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IN THE UNITED STATES PATENT AND TRADEMARK OFFICE 

Applicants : Robert Reiter and Owen Witte 

Serial No. 09/038,261 Examiner: Dr. Larry Helm£ 

Filed March 10, 1998 Group Art Unit: 1642 

For : PSCA: PROSTATE STEM CELL ANTIGEN AND USES THEREOF 



35 N. Arroyb Parkway 
Pasadena, California 91 103 



Assistant Commissioner for Patents 
Washington, D,C. 20231 



SIR: 



DECLARATION BY 
ROBERT REITER AND OWEN WITTE 
UNDER 37 C.F«R« 81.132 



We, Robert Reiter and Owen Witte, hereby declare that: 

1 . The assignee of record of the subject application is the University of California at Los 
Angeles (UCLA), in Los Angeles, California. 

2. I, Robert Reiter, began my period of employment with UCLA in 1 995 and presently hold 
the title of Assistant Professor in the Department of Urology. Additionally, I am la Co- 
Director of the Prostate Cancer Program at the Jonsson Comprehensive Cancer Center. I 
was employed by UCLA at the time of the invention. 
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I, Owen Witte, began my period of employment at UCLA in 1 980 and presently hold the 
title of Professor in the Department of Microbiology, Immunology, and Moleculdr Genetics 
at UCLA. In addition, in 1986, 1 began a joint position as Investigator of the Ho^Urd 
Hughes Medical Institute (HHMI) at UCLA. I was employed by the HHMI at UCLA at the 
time of the invention. 

We declare that we are the inventors of the claimed inventions: (1) a method for ilihibiting 
the growth of prostate tumor cells expressing Prostate Stem Cell Antigen (PSCA) 
comprising administering to a patient a monoclonal antibody designated ATCC No. HB- 
12612, ATCC No. HB-12616, ATCC No. HB12618, or ATCC No. HB-12617 which 
binds specifically to the extracellular domain of PSCA in an amount effective ti inhibit 
growth of the prostate tumor cells (e.g., claims 44-47); and (2) a method for selectively 
killing a cell expressing PSCA comprising reacting a monoclonal antibody desi jnated 
ATCC No. HB-12612, ATCC No. HB-12616, ATCC No. HB12618, ATCC Nc . HB- 
12617 conjugated to a therapeutic agent with the cell so that the therapeutic agent 
conjugated to the antibody can kill the cell (e. g., claims 48). 



I 



We provide post-filing confirmatory support for the methods of inhibiting the grolwth of 
prostate tumor cells expressing PSCA, as claimed in claim 44 (see Exhibits 1-13)1 



Exhibit 1 depicts experimental results showing that administering an anti-PSCA 
monoclonal antibody to animals injected with prostate tumor cells expressing pIsca 
inhibits the growth of the PSCA-expressing tumor cells (Figure 54). Exhibit 1 [shows the 
results of mice injected with LAPC-9 cells and treated with mouse IgG, or 1G8' which is 
an IgGl isotype, anti-PSCA monoclonal antibody. LAPC-9 cells are a human brostate 
cancer xenograft line which expresses high levels of PSCA. The mice represented in the 
upper panel were treated with a mouse IgG control, while the mice represented in the 
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lower panel were injected an anti-PSCA mAb cocktail. Tumor growth was mor itored 
with caliper measurements. The control group included 6 mice (mice #1-6) and the 1G8 
group included 7 mice (mice #7-13). The results show that the mice treated witi i the 1 G8 
antibody exhibited significant inhibition of tumor cell growth (Figure 54, lower panel) 
compared with the mice in the control group (Figure 54, upper panel). Thus, treatment 
with 1G8 alone inhibits the growth of tumor cells expressing PSCA. 

7. Exhibits 2 and 3 depicts experimental results showing anti-PSCA monoclonal antibodies 
of different isotypes, each administered alone to animals that have been injected! with 
tumor cells expressing PSCA, inhibit the growth of the PSCA-expressing tumo J cells 
(Figure 55 A and B, respectively). 

8. Exhibit 2 shows the results of mice injected with LAPC-9 and treated with mou se IgG, or 
2A2, an IgG2a isotype, anti-PSCA monoclonal antibody (Figure 55 A). The mice 
represented in Figure 55 A were treated with either mouse IgG control (♦ ; diamonds), or 
with 2A2 ( ■ ; square). Tumor growth was monitored with caliper measurements. The 
results show that the mice treated with the 2A2 antibody exhibited significant inhibition 
of tumor cell growth (Figure 55A; ■ ) compared with the mice in the control group 
(Figure 55 A; ♦). Tumor incidence was 6/6 mice in the mouse IgG control groujj, versus 
2/7 for the 2A2-treated group. In the IgG control group, 4 out of the 6 mice had 1 
developed tumors by day 21 . Thus, treatment with 2A2 alone inhibits the growlth of 
tumor cells expressing PSCA. ! 



Exhibit 3 shows the results of mice injected with LAPC-9 and treated with moufee IgG, or 
2H9, an IgGl isotype, anti-PSCA monoclonal antibody. The mice represented tn Figure 
55B were treated with either mouse IgG control (♦; diamonds), or with 2H9 ( ■!; square). 
Tumor growth was monitored with caliper measurements. The control group included 6 
mice and the 2H9 group included 7 mice. Tbe results show that the mice treated with the 
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2H9 antibody exhibited significant inhibition of tumor cell growth compared with the 
mice in the control group. Tumor incidence was 6/6 mice in the mouse IgG coritrol 
group, compared to 1/7 for the 2H9-treated group. In the 2H9-treated group the 
tumor present appeared at day 21 . In the mouse IgG control group, 4/6 of the 
developed tumors by day 2 L Thus, treatment with 2H9 alone inhibits the 
tumor cells expressing PSCA. 



growth 



single 
mtice had 
of 



1 0. Exhibit 4 depicts experimental results showing that administering an anti-PSCAl antibody, 
to animals bearing established tumor cells, which express PSCA, inhibits the growth of 
the PSCA-expressing tumor cells (Figure 57). Exhibit 4 shows the results of mi ce 
bearing established LAPC-9 tumors (e.g., approximately 100 mm 3 ) treated with mouse 
IgG (♦ ; diamonds), or 3C5 ( ■ ; square) which is an IgG2a isotype, anti-PSCA ' 
monoclonal antibody. Tumor growth was monitored with caliper measurement!. The 
results indicate that the 3C5 mAb inhibits the growth of established LAPC-9 prostate 

tumors. Some of the mice in the 3C5-treated group exhibited tumor regression Lp to 50% 

i 

of the initial, pre-treatment size. Thus, treatment with 3C5 alone inhibits the grbwth of 
established tumor cells expressing PSCA. 

1 1 . Exhibit 5 depicts experimental results showing that the PSCA monoclonal antibodies 
exert tumor growth inhibition specifically through the PSCA protein on a PSCA- 
expressing cell (Figure 65). Exhibit 5 shows the results of mice injected with LlAPC-9 
cells which express PSCA (upper panel, Figure 65), or PC-3 which do not expriss PSCA 
(lower panel, Figure 65), and treated with mouse IgG or 1G8. Tumor growth wks 
monitored with caliper measurements. The results show that the mice bearing LAPC-9 
(Figure 65, upper panel; ♦) or PC-3 tumors (Figure 65, lower panel; ♦) and treated with 
mouse IgG exhibited significant tumor growth over a 40-day period. The mice bearing 
PC-3 tumors and treated with 1G8 also exhibited significant tumor growth (Figure 64, 
lower panel; ■ ). In contrast, the mice bearing LAPC-9 tumors and treated witH 1 G8 
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exhibited inhibited tumor growth. Thus, anti-PSCA antibodies, such as 1G8, inhibit 
tumor growth specifically through the PSCA protein on a PSCA-expressing cell 

12. Exhibit 6 depicts experimental results showing that administering an anti-PSCA antibody 
to animals bearing established orthotopic tumor cells which express PSCA inhiiits the 
level of increase of serum PSA and inhibits the growth of the PSC A-expressingltumor 
cells (Figure 66A and B). The serum level of PSA was used to track the growth of the 
tumors, since the serum PSA level correlated well with the tumor size. The mide were 
segregated into two treatment groups, based on the levels of serum PSA. The group 
having low levels of PSA is depicted in Figure 66 A and the group having moderate levels 
of PSA is depicted in Figure 66B. Exhibit 6 shows the results of mice bearing | 

established orthotopic LAPC-9 tumors treated with phosphate buffer saline (PbIs; 

i 

diamonds), or 1G8 ( ■ ; square) which is an IgGl isotype, anti-PSCA monoclonal 
antibody. The mice treated with 1G8, exhibited a reduction in the rate of increajse in 
serum PSA levels (Figure 66A and B), compared with the mice treated with Pb!s. Thus, 

treatment with 1G8 alone reduces the rate of increase in serum PSA levels, whiirh 

i 

correlates with inhibiting the growth of tumors expressing PSCA, 



13. Exhibit 7 depicts experimental results showing that administering an anti-PSCA 

antibody, to animals bearing established orthotopic tumor cells which express FjSCA, 
increased the survival of the tumor-bearing mice (Figure 67 A and B), The miccj 

i 

described in Exhibit 7 (e.g., treated with PBS or 1G8) were permitted to live, tot 
determine the length of survival time. The mice treated with PBS began to die Within 5-6 
weeks post-injection, due to local tumor growth and metastasis. In contrast, thd mice 
treated with 1G8 antibody exhibited a prolonged life. Hie mice having lower s$rum PSA 
levels and treated with 1G8 (Figure 67 A) exhibited the greatest increase in survival. The 
inhibition of tumor growth correlated with prolonged life. Thus, treatment witH 1 G8 

i 

increased survival time, by inhibiting tumor growth. 
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14. Exhibit 8 depicts experimental results showing that administering an anti-PSCA antibody 
to animals bearing established orthotopic tumor cells which express PSCA inhibits the 
level of increase of serum PSA and inhibits the growth of the PSCA-expressing tumor 
cells (Figure 68 A and B). The serum level of PSA was used to track the growth of the 
tumors, since the serum PSA level correlated well with the tumor size. The mice were 
segregated into two treatment groups, based on the levels of serum PSA. The g xmp 
having low levels of PSA is depicted in Figure 68A and the group having moderate leveis 
of PSA is depicted in Figure 68B- Exhibit 8 shows the results of mice bearing 
established orthotopic LAPC-9 tumors treated with phosphate buffer saline (PB 3; ♦ ; 
diamonds), or 3C5 ( ■ ; square) which is an IgG2a isotype, anti-PSCA monoclonal 
antibody. The mice treated with 3C5, exhibited a reduction in the rate of increase in 
serum PSA levels (Figure 68A and B), compared with the mice treated with PB5. Thus, 
treatment with 3C5 alone reduces the rate of increase in serum PSA levels, which 
correlates with inhibits growth of tumors expressing PSCA. 

15. Exhibit 9 depicts experimental results showing that administering an anti-PSCA 
antibody, to animals bearing established orthotopic tumor cells which express PSCA, 
increased the survival of the tumor-bearing mice (Figure 69A and B). The mice 
described in Exhibit 9 (e.g., treated with PBS or 3C5) were permitted to live, to 
determine the length of survival time. The mice treated with PBS began to die >vithin 5-6 
weeks post-injection, due to local tumor growth and metastasis. In contrast, the mice 
treated with 3C5 antibody exhibited a prolonged life. The mice having lower serum PSA 
levels and treated with 3C5 (Figure 69A) exhibited the greatest increase in survival. The 
inhibition of tumor growth correlated with prolonged life. Thus, treatment with 3C5 
increased survival time, by inhibiting tumor growth. 
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16. Exhibit 10 depicts experimental results showing that administering an anti-PSC \ 
antibody alone or in combination with doxorubicin to animals bearing established tumor 
cells which express PSCA inhibits the growth of the PSCA-expressing tumor ce lls 
(Figure 70). Exhibit 10 shows the results of mice bearing established PC3-PSCA tumors 
(e.g., approximately 100-200 mm 3 ) treated with PBS, 1G8 alone, doxorubicin a one, or a 
combination of 1G8 and doxorubicin. The PC3-PSCA cells were derived by retroviral 
gene transfer of the PSCA gene into PC3 cells which do not express PSCA and are 
androgen-independent. Tumor growth was monitored with caliper measurements. The 
mice treated with doxorubicin alone exhibited a slightly lower tumor growth rate, 
compared to mice treated with PBS. In contrast, mice treated with 1G8 antibody alone 
exhibited a greater reduction in tumor growth rate, compared to the mice treatec with 
PBS. The mice treated with the combination of 1G8 and doxorubicin exhibited a slightly 
greater reduction in tumor growth rate, compared to the mice treated with PBS, 1G8 
alone or doxorubicin alone. Thus, treatment with 1G8 in combination with doxorubicin 
inhibits the growth of established, androgen-independent tumor cells expressing PSCA. 

17. Exhibit 1 1 depicts experimental results showing that an anti-PSC A monoclonal antibody, 
administered to a tumor-bearing animal, selectively targets tumor cells expressing PSCA 
(Figure 71). Exhibit 1 1 shows the results of immunohistochemistry analyses of tumor 
explants from the mice described in Exhibit 4. These mice bear established LApC-9 
tumors (e.g., approximately 100 mm 3 ) and were treated with mouse IgG, or 3cJ which is 
an IgG2a isotype, anti-PSCA monoclonal antibody. The tumor explants from ti e mice in 
both treated groups were analyzed by immunohistochemistry. The tumor explants were 
sliced and fixed, and probed with goat anti-mouse IgG to detect the presence of antibody. 
The results show that the 3C5 antibody was detected throughout the tumor expliints and 
was localized specifically in the tumor explants expressing PSCA but not in the cells 
surrounding the tumor. In contrast, no antibody was detected in the tumor expl mis from 
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the mice treated with IgG. Thus, the administered 3C5 monoclonal antibody specifically 
localized to tumor cells expressing PSCA. 

18. Exhibit 12 depicts experimental results showing that an anti-PSCA monoclonal antibody, 
administered to a tumor-bearing animal, selectively targets tumor cells expressing PSCA 
(Figure 72). Exhibit 1 2 shows the results of a Western blot analysis of tumor ly sates 
from the mice described in Exhibit 4. These mice bear established LAPC-9 tun lots (e.g., 
approximately 100 mm 3 ) and were treated with mouse IgG, or 3CS which is an gG2a 
isotype, anti-PSCA monoclonal antibody. The tumor lysates from the mice in both 
treated groups were analyzed by Western blot analysis. The tumor lysates were 
electrophoresed in a gel, transferred to a solid support, and the solid support wai probed 

with goat anti-mouse IgG-HRP antibodies to detect the presence of antibody, l1he mouse 

i 

IgG control antibody and 3C5 were also run on the gel as controls. The results ihow that 

i 

the that IgG heavy and light chains were readily detected in tumor lysates from {he 3C5- 
treated mice, but not in the mouse IgG control treated mice. Thus, the administered 3C5 
monoclonal antibody specifically localized to tumor cells expressing PSCA. ' 



19. 



Exhibit 13 depicts experimental results showing that an anti-PSCA monoclonal 'antibody, 
administered to a tumor-bearing animal, selectively targets tumor cells expressing PSCA 
(Figure 73). Exhibit 1 3 shows the results of a Western blot analysis of tumor lysates 
from mice treated with 1G8 or mouse IgG, These mice bear established LAPC-b tumors 
(e.g., approximately 100 mm 3 ) and were treated with mouse IgG, or 1G8 which is an 

IgGl isotype, anti-PSCA monoclonal antibody. The tumor lysates from the micje in both 

i 
i 

treated groups were analyzed by Western blot analysis. The tumor lysates were 1 

i 

electrophoresed in a gel, transferred to a solid support, and the solid support wan probed 
with goat anti-mouse IgG-HRP antibodies to detect the presence of antibody. T le mouse 
IgG control antibody and 1G8 were also ran on the gel as controls. The results ^how that 
the that IgG heavy and light chains were readily detected in tumor lysates from t^ie 1 G8- 
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treated mice, but not in the mouse IgG control treated mice. Thus, the administered 1G8 
monoclonal antibody specifically localized to tumor cells expressing PSCA. 



We further declare that all statements made herein of our own knowledge are true and thpt all 
statements made on information and belief are believed to be true and further that these Statements 
were made with the knowledge that willful false statements and the like so made are pun ishable by 
fine or imprisonment, or both, under Section 1001 of Title 18 of the United States Code pnd that 
willful false statements may jeopardize the validity of the application or any patent issuing thereon. 
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PSCA 3C5 MAb Localizes within LAPC9AD Xenograft Tissue 
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35 N. ARROYO PARKWAY, SUITE 60 
PASADENA, CALIFORNIA 91103 
PHONE 626/395-7801 
FAX 626/395-0694 

FACSIMILE TRANSMISSION 

To: Examiner Larry Helms 
Company, Firm, or Institution: US Patent and Trademark Office 
Facsimile No.: 703-308-4315 
Total No. of pages (including this page): 6 

From: Roberta German, patent agent 
Date: October 5, 2000 
U.S. Serial No.: 08/814,279 
OurRef.: 30436.54 US01 

Dear Larry, ) 

I am FAXing you a copy of the granted petition (Exhibit 1), which grants treating 
US Serial No. 08/814,279 as a provisional application having the filing date of 
March 1 0, 1 997, I hope the granted petition will be helpful in clarifying this 
matter. For your convenience, I have included a second page which tracks the 
relationship of the various applications. Please contact me if you have any 
questions. 




Sincerely, 
Roberta German 

This facsimile message is confidential and may contain attorney privileged information intended oniy for the 
use of the individual or company named above. If the reader is not the intended recipient, or the employee or 
agent responsible to deliver it to the intended recipient, you are hereby notified that any dissemination, 
distribution or copying of this communication is strictly prohibited. If you have received this communication 
in error, please immediately notify us by telephone, so that we may arrange for the return of the original 
message to us. If you do not receive ail of the pages, please contact us at any of the numbers provided above. 
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RELATIONSHIP OF THE PATENT APPLICATIONS: 



US Serial No: 


Filing date: 


M & A Ref. No.: 


Relationship: 


08/814,279 


MarlO, 1997 


30435.54 US01 


Filed as a non-provisional 
appl'n, converted to a 
provisional, and then 
abandoned in favor of 
09/038,261. See granted 
petition attached as 
Exhibit 1. 


60/071,141 


Jan 12, 1998 


30435.54 USP2 


Filed as a provisional 
appl'n, and then 
abandoned in favor of 
09/038,261. 


60/074,675 


Feb 13, 1998 


30435.54 USP3 


Filed as a provisional 
appl'n, and then 
abandoned in favor of 
09/038,261. 


09/038,261 


Mar 10, 1998 


30435.54 USUI 


Filed as a non-provisional 
appl'n, claiming priority 
of 08/8 14,279, 
60/071,141, and 
60/074,675. 
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use of the individual or company named above. If the reader is not the intended recipient, or the employee or 
agent responsible to deliver it to the intended recipient, you are hereby notified that any dissemination, 
distribution or copying of this communication is strictly prohibited. If you have received this communication 
in error, please immediately notify ui by telephone, so that we may arrange for the return of the original 
message to us. If you do not receive all of the pages, please contact us at any of the numbers provided above. 
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United States Patent and Trademark Offics _ 
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ROBERTA MILLMAN 
MORRISON & FOERSTER 
2000 PENNSYLVANIA AVE., N.W, 
WASHINGTON, DC 20006-1888 

In re Application of 
Reiter 

Application No. 08/814,279 

Fled: 10 March, 1997 

Attorney Docket No. 220002057500 



COPY MAILE6 aper< 

SEP 2 6 2000 

SPECIAL PROGRAMS OFFICE 
DAC FOR PATENTS 

DECISION ON PETITION 



This is a decision on the petition filed (with fee) on 14 June, 1997 (the June 1997 
petition), and resubmitted on 19 January, 1999 (the January 1999 petition). 

The Office regrets the delay in addressing this matter. 
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appfcaflort Med under aereampn p)of mkMctbn, 

(Q PrMdad lhat • patfflon roquextfnff fi* csTr**ralo*.w<di tha f«* mat forth In $ L17(q), it fUad prior to tfva ttHiectof: 
W AbMdon ffu nl of fta sjeflcaflen filed under Derograpn ffl of Wa lection; 
ffi) Ptymant of Ova laaua fae an th* application Med undar paragraph (o) of 6Mt eeeeoft: 
fCSBpkelJofl of ***** month* after th* fltlng data of th* oppQcattor fil«d undar paragraph (b) of Ovix section; or 
PJTh* flJhfl of a request tor a ttttuto/y InwnSoh ragisewon uneer 8/ 1 .283 In tha application (Had unfler paragraph (b) of mia ■ecSorv 
J^Thut grant of any euch patidon will not antta eppJieani s a nfund of tha faas wttioh w«ra properly paid In tha application filed undar para^nph ft) of Wi 

AA proftaionaJ a^pteotf&n la not arrSSad to tha riom'af priorttyundar 3S U.&C. 119 or dfiS(a) ar. fi 1.S5. or b iha banaftt of an oaKlar flflng daft undar 1$ U.S.C 
120, 121 or 3C6(o) or 1 178 of any 90m appCeation. No claim for priority wtder $ 1 .76(a) p} (nay ba made in a doaion application baaad on * prwtalsnaJ 
appfleaOark No ranaal undar f 1.283 for a ateitory Jnwndcn ragisbvtton mar ba Had In a protaona! appKcstlBn, Tha wqulromami of W 1.621 
nguHra ■ppfca j o n dJacbaurta eonalning fiuoaotida an*or amino aofd taquancBa tre not m*n4ia>ry for pfovitantl appiicaflona. 



} 1.631 OVOUgn 1.835 



(9) CbmpMon of tpoftcation aufaaequant to ftOng -Proybbntl apslleallon. If a provltional application *4ircn hat boen accanJad a flOno, dtft pumuanl to ptnamah W of tWa 
tacten doao not Indus* th* aoproprkto filing foa or th* cow arioat raquiratf by 1 1.S1 (e}{1), applicant will b« »» notifi&d, if 4 oormpondartea addrata naa boon provUad. and 

» pWtf «m ««ilc»l » flto VM» »W, «[ iMM, aAfl vwivhafg* «* •« fef*\ tn | 1 .1*0} il> to prMvnt ibMdmmwil cif *» Ap^cstkw * th* i ^ M l^ a 

g tea is not frnely prnid, the appIlcaHon may be dlspcasd of. Th« notification pursu&m to <Ms panora^ moy ba mado timvil&naouaV any i», th Vilk* i punmnt b 
Vaph (a) of Ma aaotion. (f no ootraapondanoa addrass i» inotuded in applicat^ appUcant haa »*e month* from th* ftlng date m th* baalo fiBrw f**. oomv 0*A 
th* turchstoa as aatfcrth In 1 1.18Q in onr to pnmm abandonmant ot appllcrton. 



fSlnfl 
paragrapft 



(D Swbaaquartt tmiimortt cf application - Prwlalonal applleadon, A provfeisnol opplloaiwft for a paunt filed y ndei pjngrap* (d) of thia aactbn frill not b* placad on tha tH«a 
Aar anmlnatton and *4fl bacerna abandoned no latar th*n M mentha «ftar its filing dato pumuam to 35 U S.C. 11 1 tb)(l i. 

(UralftM 2709, Jan. 2D, 1943, offsets* F«D. 27, 1953; paras, (b) and («), ^ Pad. Reo. 154. Jan. *, 186*. effect Apr. 1. 18Ad; para, («}, 60 Fad. Rag. 31836, Aua. 5, 
1864 «ffeca>r» Oca. S, IBflfi; paritfe) ana U). 53 F«*. R*c 4780S. Nov. 2fi. 1904. affaotN* Jan. 1, 18S9; paras, (0) and 54 Ped, R&g. 47&14, Nov. 15, I960, efrac** Jan, 
16. IDSApvtt. NKelrtvtied. R«0. 201BS, Apf/25, 1935. efftsM june 6. 1S95. raised. 62 Pad. R&9. $3131. Oct 10 ,1697, affacS* Oao. 1, 16S7; ptn. UQ 

ra*^fflFrt.Rtd.^a4,F*C.4,1966,*f?»ct l v*F^,4. 183S1 • " 

3 Th* reouUflcns it 87 C.P.R. 91. £3 W provide. 

|1 JU Application numear. rtiing data, and completion of ippiicitien. 

<b) AppltcsHon filing raqulremara * Nonptwialonal ipptic*5on. Th* filing aata of an application for patent fU*d unooi tni$ aoction, except for a pfowtaioftal appneatjon und*r 
pA^rurt (e] of thb aaeaon ar a continued pmaecuoon ippiicaton under paragraph (d) of tn^ soction, i» *• data on *ft,cn a ipeciiicaOon a* preaolbed by 3S U.8.C 112 
oorrblnJnQ t dascftption punuant to $ 1.71 tnd at laait one claim purtuant tofi 1.75, and any drawing required br fil .61(a) *ra fllod In the Paowt and Traiamsrk OTffc*. No 
r^.fTiafiar m*Y be Inopducad Into an application ator rs filing data, a continuing application, wtilch may ba a continuation, diviaional. or eentfnuatlon-in-eart aprikatlsn, may 
b*fl]*duno*Tfiiacivid4ik^ip» , fWllniSU.S.C. 120. i2i or 365(0 and $ 1-7e(al, 

CI) A eordintialion or dMilenal appUcxoon dui n*m«a aa Inventor* th* urn* or ft««f than aft of th* inventors n*m«d in tft* prior appOeadon may ba fltad undar 

0* oeAgriph or psAgrtph (d) of Ala aaetion, 

Q A oon^nuatbn-in-part application (which may dtic!«a and daim tubject mattftf not ditdued in th* prior application) or a continuation or dMabntl 
appticafion naming an in«enW not named in th* prior application must b* filad under thia pariprapK 
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but implicit in the January 1999 petition is a request for Withdrawal of the Holding of 
Abandonment under 37 C.F.R. §1.181, and vacation of the Notice of Abandonment 
mailed 4 December, 1998. 

The petition is GRANTED in all regards. 




instant application. If petitioner de 
application, the appropriate power 



courtesy copy of this decision will be mailed to petitioner. H oover" allfuture 



. i/Qr „ 

correspondence will be directed to the address of record until suc h time as appropriate 
Instructions are received to the contrary. 

The instant record indicates that: 

• the instant application was filed on 1 0 March, 1 99.7; 

• a "Notice of Missing Parts-Filing Date Granted" was mailed on 5 May, 1997, 
with a two- (2-) month response period and opportunity to obtain extensions) of 
time; 

. ♦ Petitioner filed as a response on 14 July, 1 997, over a 9 July mail-date 

certificate, the petition to convert, considered here with a check in the amount of 
$50.00, and included therewith a request and fee-authorization for- an extension 
of time (one(1) month required), and such authority as necessary charge 
deficiencies to Deposit Account 1 3-2724; 4 

• the Notice of Abandonment was mailed on 4 December, 1 998; 

• Petitioner responded on 19 January, 1999, with a recounting of some of the facts 
set forth above and authorization for such fees as necessary to be charged to 
Deposit Account 50-0306. 

The application is being forwarded to the Office of Initial Patent Examination: 

for further processing as a provisional application filed under 37 C.F.R. 



9 Tfca fogutatione at 37 C.P.P. $1.1 Si provide, in pertinent p*1 
iVttton » me CommlaaJcner. 

ft) PWRtofl may be- taken to to CommltaJoner: (1) Prom any action or requirement of any euminef in the *r p*rte prosecution of an application *fi W> i| not tirbJeot to 
appeal to the Been* of Patam Acpesle anfl intarfafencet or to ff>e court; (2) In cates <n which a rotute of Aa ruta specify that the matter k to be determined dlmctiy by or 
(Vifa«*dbythd Cammlfatonar, and (S) To irweke tne supervisory authority of the Commiealone/ in opproprieta cKcumscate**, * * • 

(M Any agon peoflon must contain a atamrnern of the fees irMtfwed and the point e/ oolnta to be reviewed and the action reqaested, Brief or memoranda, If any. in •upeort 
tfieraor ehoutd accDmpany or o* ambod \md in th* petition: and where feet* amtctx promn, the proof in Oia ftwrr of arftwwta or deciareSon (and eefcloae, if any) must 
accompany tha pettton. 

(0 When a petfion la taken from an arton or requirement of an examtnef in the o* parte proiecwtion of an application ; t mar be required thai than nav* beam a preow 
requeai for rocormldefabon ({1.1 11) and a repeated action by the examiner The eiemjnar may be directed by the •smfn.esione/ to furnish a written comment vrithtn a 
eoecfled time, eatting for* tna reaeone for Na deoaion upon we matten averred in the petition, supplying j copy thereof u (he pedoonef . 

a fee la required for • port on to ffte Commit *»oner (he appropriate tecton of tN« pan will w indicate, if any required fee does not aooompany ova pefflton, the 
ps&Qoft wtD be dlemlaaotf. * * * . 

Q&otpt ai cthorwriie prwfded In OMM rulea, any auch petition not ft>ed *ithm Z monthe from (he action complained of may bo dismissed aa unHmefy. The mar* nUnd of a 
pawn wQI net atay fr* period for reply to en Examiner e action "h'ch may be rvnrtfno agalnet en application, not eet *% a suy of etfier proceeding*. 



* Although authorized, thece charge* never *ere made. 
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§1. 53(c ). not under 37 C.F.R. §1 .53(b), 5 with a filing date of 10 March, 1997, 
using the application papers filed 10 March, 1997, and the authorization for fees 
filed on 14 July, 1997, and reaffirmed on 19 January, 1999, to pay fees as 
necessary; and 

• for other processing as necessary consistent with this decision. 

It is noted that charges have been made against Oeposit Account 50-0306 as follows; 

(a) for the full provisional filing fee, previously authorized but uncharged, 
in the amount of $150.00, with the deficient fee ($50.00) credited back to 
that account; 

(b) the $1 10.00 fee for a one- (1-) month extension of time previously 
authorized but uncharged; and 

(c) the $130.00 petition fe$ previously authorized but uncharged. 

Telephone inquiries concerning this matter should be directed to Petitions Attorney 
John J. Gillon, Jr., at (703) 305-91 99. 



Brian Hearn 
Petitions Examiner 
Office of Petitions 

Office of the Assistant Commissioner 
for Patent Examination Policy 

SARAH B. ADRIANO 

MANOEL & ADRIANO 

35 NORTH ARROYO PARKWAY/STE. 60 

PASADENA, CA 91103 
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- ADRIANO 
INTELLECTUAL PROPERTY ATTORNEYS 



5 The net/laoou •! 37 CP.ft. $\ .53(b) provide: 

f i JSt Application number, filing data, and complatten of application. 

(b) Appticsfloft fling nwuimiMAB - Msnpro«i*!oft*! application The Wing dtta of en apptlcafon ht patent Tiled uns>r on* tecdon, except fora prcvftional application gnoer 
panaris (o) of mis taction er a continued prewculiefl epplfcaoon wndw paragraph (d) of this lection. * the o*t* on wn>c i a spedrlcadefl ai pmctVboi by 35 US C 1 12 
oantttnlns a deacrfpsen purtuani tD % 1.71 and at lata om etaim pyrtuint to{ 1 75. and any drawing rewee ev & ana, *t% filed In me Patent and Trademark Office, Ho 
tmm maw may be bmoduced into an appllcatiefl aftar is filinfl data, a eonorwmg epal/cason. «fiteft may be a continuation. dMttonal, or csntfnwtbn-trvawt application mav 
be filed I under tft* ooMttont ■pactflad In 35 U.S.C. 1 20. 121 or 3^S(c) and 5 1 78(a) w»wn, may 

(1) A owmnuaBon or dWtlonal application mat namas at in«ent&A ma cam* er fe<«*r frtan all of ma inwenton ~*mmo in tha pftor application may be (tied under 



miapinfiraphe/uruftpMd] of mit taction. 
O A oefidnuaDofwirvport appiloa&on (**|oh may A*ctas« and claim twtjeet matter not efteloeed in me oner application) er a continuation or dMetonaJ 
appuanon naming an irrvtuor not named: in Tie prior application mutt oa fiiad una*: trua para graph, 



